death plays an important role in inflammatory processes and in the resolution of inflammatory reactions. The facts known at present should stimulate further research into the role of neutrophtl, eosinophil and macrophage apoptosis in inflammatory diseases.
DURING the last few decades it has been recognized that cell death is not the consequence of accidental injury, but is the expression of a cell suicide programme. Kerr 13, 14 and in the prostatic glandular acini after orchidectomy. 15 While some hormones prevent apoptotic death of susceptible cells, others trigger apoptosis; for example, corticosteroids in thymocytes and lymphocytes (see Table 2 ). , 16 The mechanism of lymphocyte killing by glucocorticoids is unclear. 27 observed that occurrence of apoptotic death of myelo-monocytic progenitor Cytokines: Not only growth factors control cell proliferation and maturation, for cytokines also modu-late the viability of the cells. Apoptosis of sympathetic neurons is inhibited by NGF, but is enhanced by leukaemia inhibitory factor (LIF). 5 The same mechanism applies for cycling haematopoietic progenitor cells, which undergo apoptosis under the influence of tumour necrosis factor-ot(TNF(,), 6 or when certain cytokines (e.g. IL-3) are removed. 7, 8 Many authors have shown that apoptotic death of haemopoietic progenitor cells is prevented by addition of interleukin-3 (IL-3). The cytokine IL-3 regulates the development and differentiation of neutrophils in concert with CSFs. [31] [32] [33] [34] [35] [36] [37] [38] [39] [40] [41] [42] Erythropoietin (EPO) retards DNA breakdown and prevents apoptosis in erythroid progenitor cells. 44 The haematopoietic cytokines EPO, IL-3 and stem cell factor (SCF) are necessary during the mid-gestation haematopoietic development in the foetal mouse liver to protect these cells from apoptosis in liver during ontogeny. 45 Mature neutrophils undergo apoptosis on ageing, 4<47 56 IL-4 inhibits apoptotic cell death in B-cell chronic lymphocytic leukaemia cells in vitro. 57 The rate of apoptosis of human eosinophils, which is slower than that reported for neutrophils, is delayed in vitro by the eosinophil differentiation factor IL-5, which appears to have no effect on neutrophil apoptosis. 24, 58, 59 Therefore 63 Human megakaryoblastic cell lines produce IL-11, which acts as an autocrine growth factor in these cells. 4 In conclusion, as summarized in Table 2 6 The mechanism by
In the text, genes are given in italic characters and gene products in roman characters. which bcl-2 blocks apoptosis is unknown, but it may be related to the fact that the gene product resides at the inner side of the mitochondria, which remain intact during a large part of the apoptotic process. An attractive hypothesis is that bcl-2 protects cells by inhibiting lipid peroxidation, even in the presence of reactive oxygen intermediates. 88 Recently, a number of bcl-2-related genes have been identified, including bax, bcl-x, mcll, E1B (in adenovirus), LMW5-HL (in African swine fever virus), BHRF1 (in Epstein-Barr virus).
C-myc gene. Growth factors induce expression of the oncogene c-myc, which indicates that expression of c-myc is associated with cell proliferation. 89 Otherwise, deprivation of growth factors causes downregulation of c-myc and is accompanied by growth arrest or induces in cells with a high expression of cmyc apoptosis. 9 The c-myc protein has apparently a dual role: (1) promoting proliferation in the presence of a relative abundance of appropriate growth factors; and (2) inducing apoptosis when c-myc is expressed in cells during growth arrest. 91 Vaux et al. 5 showed that expression of the bcl-2 gene in pre-B 
